reduced lung function persists from infancy through to early adulthood. The overwhelming evidence is that abnormal physiology is present in early infancy and precedes symptoms, however the relationship between abnormal physiology and symptoms is inconsistent.
The very early origins of abnormal respiratory physiology and asthma are consistent with the concept of developmental origins of health and disease (DOHaD). The concept of DOHaD was pioneered by an international collaboration of researchers who reflected on links between reduced birth weight and increased risk for non-communicable disorders (NCDs) including coronary artery disease, insulin resistance and asthma. The "fetal origins" and "thrifty phenotype" hypotheses in the early 1990s were the initial proposals under the DOHaD "umbrella" and, to paraphrase, proposed that fetal growth failure lead to physiological changes which enable survival to term at the expense of later life-limiting NCDs. Observations that both high and low birth weight were associated with increased risk for NCDs lead to a refining of the initial hypotheses into the paradigms of predictive adaptive responses, developmental programming and developmental plasticity, which propose that associations between antenatal and postnatal growth, asthma symptoms and pulmonary function at six years of age. The authors used data from the Generation R study from Rotterdam, Netherlands, which is currently the largest prospective cohort study designed to explore the DOHaD. The main findings were that reduced antenatal weight and length (between 20 weeks and term) were associated with abnormal respiratory physiology but not increased symptoms whereas increased postnatal weight (at three months of age) was associated with increased risk for wheeze at six years but not abnormal respiratory physiology. The analyses adjusted for previous length or weight, and therefore these associations do not simply reflect antenatal growth failure being followed by postnatal "catch up" growth.
So how do these findings fit into what we already know? We can be certain that excessive weight gain in infancy is associated with increased risk for asthma 8 , whether this relationship is causal or by confounding remains unknown. Consistent with the latest Generation R paper 7 , another study has also reported associations between reduced fetal size and reduced lung function in childhood 9 . The Southampton Women Survey 10 and a third study 9 have reported associations between changing antenatal size and increased risk for asthma which is not apparent in the Generation R cohort 7 ; if you assume that fetal size is an index of lung function what we see in these studies 7, 9, 10 is exactly what 1  2  3  4  5  6  7  8  9  10  11  12  13  14  15  16  17  18  19  20  21  22  23  24  25  26  27  28  29  30  31  32  33  34  35  36  37  38  39  40  41  42  43  44  45  46  47  48  49  50  51  52  53  54  55  56  57  58  59 1  2  3  4  5  6  7  8  9  10  11  12  13  14  15  16  17  18  19  20  21  22  23  24  25  26  27  28  29  30  31  32  33  34  35  36  37  38  39  40  41  42  43  44  45  46  47  48  49  50  51  52  53  54  55  56  57  58  59  60 
